INTRODUCTION
Beta-cell lines constitute a potential source of genetically engineered insulin-producing cells for replacement of difficult-to-obtain human tissue for pancreatic islet transplantation. [1] [2] [3] Beta-cells are known to be susceptible to destruction, primarily by toxins, autoimmune *Corresponding author. Diabetes Isl but insulin deficiency can also be induced by streptozotocin (STZ), which is a glucose analog (glucopyranose, 2-deoxy-2-[3-methyl-e-nitrosourido-D]) causing specific beta-cell destruction. 6 Both compounds cause fragmentation of nuclear beta-cell DNA, poly (ADP-ribose) polymerase activation, and NAD+ depletion. 4 The cytotoxic activity of these compounds seems to be achieved through their penetration into the beta-cells, a phenomenon which by itself depends on the expression of the glucose transporter protein-2 (GLUT-2). 7 [11'12] Beta-cell heterogeneity has also been found at the level of glucose sensitivity and intracellular insulin content. 131 The RINm cell line which we used in the present study, was established from a transplan- (Fig. 1) and [3H]thymidine incorporation assay (Fig. 2) . However, we did not find any differences in sensitivity of parental and toxin selected cells to hydrogen peroxide (Fig. 3) (Fig. 4) . These data suggest that GLUT-2 level plays a role in toxin accessibility to the cell.
Western Blot Analysis of Using rabbit anti-GLUT-2 polyclonal antibody, GLUT-2 protein was detected at 60 kDa in both parental cells and toxin-selected cell subpopulations. However, the level of GLUT-2 expression was lower in RINmS and RINmA cells than that found in the parental RINm cells (Fig. 5) 
